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Figures 1A-B 
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Figures 1C-D 
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Figures 2A-B 



4/17 



Menisca! Sections- TGaso Activity 



TGase 



300)0 -J 






_ 25000 - 

< 
z 
a 

5*20000 - 










o 

f Isaac- 






s' 






1 10000 
8 

3 5000 - 




. : ' •••> 

♦ ♦ ♦ , , 


0- 






0 


20 40 60 






Age (years) 



♦ ♦ 
♦ 



80 



— t 
100 



B. 

Meniscal Sections -NTPPPH and AP activity 
12 



101 
8 

Q 

o> 6 - 

=3 



o NTPPPH 
aAP 



2* 5© 



a o 

A 



4 

□ 



2 



10 



1 

20 



Figure 3 
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Figure 1 1 



15/17 



1 

(8 

o 

I 



O 



Jr. 

3 



— I — 
O 

8 



CO 




to 

CM 



8 8 8 8 ° 

CM 



WD 



(VNQ Bn / |Ouin) s P^eJ uueziiv punoa 




16/17 



INFLAMMATORY 
CYTOKINES 



NITRIC 
OXIDE 



GING 1 

^ OSTEOARTHRITIS 
CHONDROCALCINOSIS 

/ t A 



DISORDE 
RED 

GROWTH 

& DYSREGULATED MATRIX 

DIFFER- ATP METABOLISM MODIFICATION 

ENTIATI 
ON 



Figure 15 
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Figure 16 



1: Enhanced tTGase and Factor XDXa expression and activity 
2: Enhanced activity of TGases 

3: TGases cross-link pericellular calcium-binding proteins 
4: ATPase activity of tTGase 

S: Chondrocyte hypertrophy associated with tTGase and Factor XJLLta expression and increased 

calcifying potential; TGases promote TGFbeta activation, TGases modulate adhesion, 
- intracellular signaling, and apoptosis 

6: Marked increase of TGase activity with aging to cartilage, particularly in response to IL-1 



